Generalized social anxiety disorder (GSAD) is characterized by excessive fears of scrutiny and negative evaluation, but neural circuitry related to scrutiny in GSAD has been little studied. In this study, 16 unmedicated adults with GSAD and 16 matched healthy comparison (HC) participants underwent functional magnetic resonance imaging to assess neural response to viewed images of faces simulating movement into eye contact versus away from eye contact. GSAD patients were then treated for 8 weeks with paroxetine, and 15 patients were re-imaged. At baseline, GSAD patients had elevated neural response to eye contact in parahippocampal cortex, inferior parietal lobule, supramarginal gyrus, posterior cingulate and middle occipital cortex. During paroxetine treatment, symptomatic improvement was associated with decreased neural response to eye contact in regions including inferior and middle frontal gyri, anterior cingulate, posterior cingulate, precuneus and inferior parietal lobule. Both the magnitude of GSAD symptom reduction with paroxetine treatment and the baseline comparison of GSAD vs. HCs were associated with neural processing of eye contact in distributed networks that included regions involved in self-referential processing. These findings demonstrate that eye contact in GSAD engages neurocircuitry consistent with the heightened self-conscious emotional states known to characterize GSAD patients during scrutiny.
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Introduction
Social anxiety disorder (SAD) has a lifetime prevalence of 5-13% (Kessler et al., 1994 (Kessler et al., , 2005 ; the disorder is characterized by excessive fear of situations involving potential scrutiny by others, and by self-conscious emotions of embarrassment and humiliation. Generalized SAD (GSAD) is a subtype characterized by fear and avoidance of most social situations. It is associated with severity of symptoms, social and occupational impairment, depression, substance abuse and suicide (Schneier, 2006) . Cognitive behavioral therapy and selective serotonin reuptake inhibitors (SSRIs) have established efficacy for SAD, but neural mechanisms of treatment response are not well understood (Schneier, 2006) .
Fears of making eye contact or being looked at, which evoke feelings of scrutiny and self-consciousness in persons with SAD, are associated with severity of SAD (Schneier et al., 2011) . Leading explanatory models of SAD highlight the role of self-focused attention (Clark and Wells, 1995; Schultz and Heimberg, 2008) and biased attention to threat (Bögels and Mansell, 2004) , and factor analyses of the Liebowitz Social Anxiety Scale (LSAS) (Liebowitz, 1987) , which includes a "fear of eye contact" item, are consistent with this fear being a core feature of SAD (Safren et al., 1999; Baker et al., 2002; Stein et al., 2004) . Eye contact functions more generally across primate species as an essential social signal, providing information on identity, status, interest, and intent (Emery, 2004) .
Eye contact in SAD might be expected to engage brain regions involved in processing gaze direction, self-referential processing, and fear. Functional magnetic resonance imaging (fMRI) studies in monkeys and healthy subjects have most consistently identified the superior temporal sulcus to be involved in normal processing of others' gaze direction (Nummenmaa and Calder, 2009) . A metaanalysis of neuroimaging studies utilizing a variety of stimuli related to the self found that self-referential processing is mediated by cortical midline structures (Northoff et al., 2006) . These include the ventromedial prefrontal cortex, dorsomedial prefrontal cortex, and posterior cingulate cortex/precuneus.
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